INTRODUCTION
Rabies is a fatal viral infectious disease of humans and animals caused by the highly neurotropic virus named rabies virus (RABV), which belongs to the genus Lyssavirus, family Rhabdoviridae. This bullet-shaped enveloped virus has a nonsegmented negative-strand RNA genome of about 12 kb in length that encodes five viral proteins: the nucleoprotein (N), phosphoprotein (P), matrix protein (M), glycoprotein (G), and large protein (L) (1) . RABVs are generally classified into two categories, street viruses (field isolates) and fixed viruses (laboratory-adapted strains). Street viruses are known to be more pathogenic than fixed viruses after peripheral infections. The characteristic differences between fixed and street viruses involve regularity and shortening of the incubation period, stabilization of virulence, reduction or loss of infectivity after peripheral inoculations, and increased intracellular propagation and budding of virions from infected cells (2) (3) (4) (5) (6) .
RABV G protein is the only viral protein that is glycosylated and exposed on the surface of the virion. This is the major factor responsible for the pathogenesis of RABV is one of the determinants of the pathogenicity of street viruses (12) (13) (14) . Most 
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RESULTS

Localization of G and rG protein of the Kyoto and CVS-26 strains in MNA cells:
Viral G proteins of the Kyoto strain were not observed at the cell surface membrane of MNA cells, but they were detected in the cytoplasm. However, viral G proteins of CVS-26 were detected both in the cell membrane and in the perinuclear space of MNA cells ( Fig. 2A) . The recombinant G (rG) protein of the Kyoto strain and CVS-26 strain also showed similar localization of G proteins expressed in MNA cells. The expressed rG proteins of CVS-26 were mainly observed around the cell surface membrane but also detected in the perinuclear space of MNA cells. The expressed Kyoto rG protein was obviously localized around the perinuclear space of MNA cells (Fig. 2B) .
Different molecular sizes of Kyoto and CVS-26 rG proteins associated with N-glycosylation:
The molecular size of the Kyoto rG protein detected by Western blotting after SDS-PAGE was slightly smaller than that of the CVS-26 rG protein.
However, the Kyoto and CVS-26 rG proteins showed almost the same mobility after the inhibition of N-glycosylation by tunicamycin and the cleavage of N-linked glycan by PNGase F (Fig. 3A and B) . (Fig. 4) . However, CVS-26 rG proteins that were localized around the cell surface membrane of MNA cells moved to the perinuclear space after treatment with tunicamycin (Fig. 4) . Fig. 2A) . These results were similar to ul A c c e p t e d M a n u s c r i p t (Fig. 2A) . These results were similar to ul features of street viruses (Fig. 3A and B) . The inhibition of N-glycosylation in Chinese hamster ovary (Fig. 4) . The G protein of the CVS-26 strain had three potential glycosylation sites at Asn 
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